sory neuropathy after high dose (>2 g daily) pyridoxine. Sensory neuropathy was also reported in 23 of 58 women taking pyridoxine daily for premenstrual tension.5 Our patient was treated with the recommended dose (150 mg daily) of pyridoxine. 1 2 Pyridoxine is a pyridine, one of a group of chemicals known to be neurotoxic. Neurotoxicity might occur through various mechanisms. The vitamin depends on a limited and easily saturated enzyme system to cross the blood-brain barrier and is not known to be centrally neurotoxic. The cell bodies of the peripheral sensory nerves, mainly located in the dorsal ganglia, are outside the blood-brain barrier and are subject to pyridoxine toxicity.
Vitamin B6 exists in three interconvertible forms-pyridoxal phosphate, pyridoxamine, and (the least active) pyridoxine. Excess of the latter may saturate the activating enzymes pyridoxal kinase and pyridoxine phosphate oxidase, resulting in paradoxical vitamin B6 deficiency by competitive inhibition of the more active form, pyridoxal phosphate.
The dose of pyridoxine recommended by the British National Formulary for prophylaxis against isoniazid induced neuropathy, 10 
Discussion
Radiographic screening suggested that each episode could have affected one of the phrenic nerves independently, but normal hemidiaphragmatic movement does not exclude some weakness. The amplitude of the diaphragmatic muscle action potential is not a good quantitative measure of phrenic nerve palsy, but the results did suggest that the cumulative deficit was bilateral after the third episode. Manometry and spirometry provide the best measure of total diaphragmatic function, and they showed spontaneous improvement after one year.
The aetiology of our patient's recurrent painful alternating phrenic nerve palsies is not clear. The time course, the bilateral nerve palsy, and the spontaneous recovery exclude the commonly recognised causes of isolated phrenic nerve paresis. Osteoarthritis of the cervical spine is a rare cause,2 but is improbable in our patient. In our view the severe pain followed by diaphragmatic paralysis and subsequent improvement suggests recurrent brachial neuritis, selectively affecting the phrenic nerve, as the only plausible explanation. The usual recurrence rate of idiopathic brachial neuritis is about 500.5 A second recurrence is very unusual and raises the possibility of the familial form of brachial neuritis.'0 This is inherited in an autosomal dominant manner, so the lack of family history in our case makes this unlikely. The disease has 600°penetrance and theoretically non-affected parents may carry the gene and bear affected children, but this phenomenon has not been recorded.'0 None of our patient's episodes was preceded by vaccination, trauma, or infection, which may provoke an episode of weakness in either type.
Even after one year the patient still has evidence of bilateral phrenic nerve damage. Improvement might be expected to continue over the next two years. Should he have a further episode he is clearly at risk of severe respiratory embarrassment. The condition may be immunologically mediated, and if his symptoms recur we plan to treat him immediately with high dose intravenous methylprednisolone in an attempt to limit further phrenic nerve damage.
